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Most of us feel, from time to time, that other authors have not acknowledged the work of our own or other groups or have omitted to interpret important aspects of their own data. Perhaps we have observations that, although not sufficient to merit a full paper, add a further dimension to one published by others. In other instances we may have a useful piece of methodology that we would like to share.
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around trpC and trpF. The scattered mismatches (see updated accession no. Z99115) can easily be attributed to mistakes in sequencing and are thus not relevant to the present discussion. We interpreted the relatively high incidence of differences centred around trpC, from nt 2 372 833 to 2 374 261 of the entire genome sequence, as due to substitutions of the resident DNA with the incoming sequence upon transformation of 168 trpC 2 to Trp + . The overall identity of the two sequences is 91% and extends over 1444 bp. In the 1050 bp of the trpC coding sequence, 65 differences were observed, resulting in 15 amino acid changes, 9 of which were conservative substitutions. The most prominent and interesting difference was the absence of three consecutive bp in strain 168 trpC 2 compared to the W168 sequence: a short in-frame deletion of an ATT codon in the sequence ATTATT, corresponding to Ile110-Ile111. We sequenced the same 1050 bp in the reference Marburg strain ATCC 6051: the sequence was identical to the one derived from 168 trpC 2 with the exception of the presence in ATCC 6051 of a short repeat, ATTATT, missing in 168 trpC 2 . The short repeat was also present in strain SB19, a prototroph of the Stanford collection, derived by transformation of 168 trpC 2 to prototrophy. We thus conclude that the trpC2 mutation in the original strain 168 is a 3-bp deletion induced by the X-ray treatment used to obtain auxotrophic mutants (2) . The nature of the mutation fits with the observations that we and other workers have never obtained Trp + revertants of strain 168 trpC 2 . B. subtilis trpC encodes the enzyme indole-3-glycerol-phosphate synthase, which catalyses an essential step in the biosynthesis of tryptophan.
The trpC2 mutation in B. subtilis only affects the indole-3-glycerol-phosphate synthase enzyme activity, which corresponds to the N-terminal half of the Escherichia coli bifunctional enzyme phosphoribosylanthranilate isomerase : indole-3-glycerolphosphate synthase, the three-dimensional structure of which has been reported (6). The phosphoribosylanthranilate isomerase activity, TrpF, is unaffected in mutant 168 trpC 2 (5). The two Ile residues (110-111 in B. subtilis, 117-118 in the E. coli enzyme) are at the junction of the β3 strand and α3 helix and not directly involved in the formation of the active site of the enzyme. Nevertheless, they are near two invariant residues (Lys114 and Phe116 in E. coli, Lys107 and Phe109 in B. subtilis) involved in the active site: the deletion of one of the hydrophobic residues could interfere with the formation of the hydrophobic pocket or with the correct positioning of the phosphate-binding site, thus explaining the reported complete absence of enzyme activity (1). The sequence of the trp operon of Bacillus subtilis
(trpC2) revisited
The complete genome sequence of Bacillus subtilis has been published (4) and is available at the SubtiList site (http://www.pasteur.fr/ Bio/SubtiList/).
The more mindful and curious readers were probably surprised by the absence of any detectable defect in the sequence of the trpC cistron, despite the well known tryptophan requirement of B. subtilis 168, the laboratory strain of choice due to its amenability to genetic analysis (hereafter designated 168 trpC 2 ). In fact, the deposited sequence of the trp operon was derived from the one published by Henner et al. (3) performed on strain W168, a prototrophic derivative of 168 trpC 2 , obtained by transformation with DNA from a different strain, probably W23. A physical map of the trpC operon region is shown in Fig. 1 .
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